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[ Abstract] Objective:; To investigate the influence of cis-platinum ( CDDP) on alternative splicing of
phosphatase mRNA in lung cancer, cervical cancer cells, and human embryonic kidney cells CDC25
(cell division cycle 25). Methods: Artificially cultured cell lines including lung cancer cells of
A549, and H1299, cervical cancer cells of C33A, SiHa, and CaSki, and human embryonic kidney
cell of 293FT were used and experimental group and control group were established with them. Cells in
experimental group were treated with CDDP, while cells in control group treated with DMSO. Primers
of CDC25A, CDC25B, CDC25C were designed and changes of CDC25 mRNA alternative splicing ex-
pression were detected with RT-PCR. Results: In all the cell lines of experimental group, CDC25B
and CDC25C mRNA alternative splicing isoform ratio changed markedly, but the change of CDC25A
mRNA alternative splicing isoform was not obvious. Conclusion: When CDDP causes cell DNA dam-
age, CDC25C mRNA alternative splicing isoform ratio change might happen, which may relate with the
resistance to tumor drugs.
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CDC25 (cell division cycle 25 ) fifk 1% it 2 20 o J&]
SR B A OE R 20 AR B A6 DNA 45 47 17
o S B PR R S B . CDC2S fg Tk
FERZERY cyclin JE I 5P CDKs ( cyclin-
dependent kinases) -2 1) i £ HT % ol 1R T 0% 1%
AW, Ui R — 38 24 19 CDKs-Cyclin 3 £ 7K
S 5 200 A o 445 1 A P s A TR R IE S A
HWFRENE. HEMEFLshY CDC25 WAy 3 4l
5,47 52k CDC25A . CDC25B #l1 CDC25C, "B 114K
S5 G/S M G,/ M RYFE, IFAE M I vh & 44
VEFR , 200 B3 2o 5 2 A IV 240 6 47 N 2 F TR 52
B T 0 B ARG i IR 1 CDC25 9l R 1l 1Y) 7%
e, DAL Gy HEA M7 F, 5
BRI CDC2S fRTEe PR By e g, 77 A 5 Fh iy 2
SRR B ST, B ) s e Ak B B
DNA $53 £ 4t e v 14— 26 55 240 3 J S99 0 08 1A G 1
SN 25 B E R E T L ORI ( cispla-
tin ,CDDP) n] 5|2 DNA W32, % A5 75 5 40 i
THIVEH . ASHFSE R CDDP 4k JH 7 K4 i 988 40 o .3
PRE 25000 240 L B 1 Bk IR 4 L, W %¢ CDC25A
CDC25B .CDC25C mRNA B 432 e 44 {4 it 25 b Ko 1%
L S R A L AR AL, 50T I 46T CDDP ™ 2k
ORI, S vy H AR (AL e s g A

1 MRS

1.1 4 K ial

i 9 20 s NCI-H1299 | &7 %519 C33A ., SiHa F
CaSki 20 fifs S ANV 20 it HEK293T (1l 5 v [E R}
B LRGSR ORI S 51 2 2 B v R 2 e L g
A i Bk 2E 5 BE A B BT VR oG ) IR 20 i AS49
(g | R E R B B 39 i 40 e v 0 ) |, Hyclone
o B RPMI-1640 33235 (£ 10% FBS, H 2 Z
AR 2 BE 4352 100 000 U/L 1100 000 pg/L,
1 ## NCI-H1299 41 iy ) , Hyclone DMEM/HIGH
GLUCOSE ¥ 529 (7 10% FBS, % 55 2 fkt 5 2
W2 43 51 & 100 000 U/L Fi 100 000 wg/L, 3% 5
NCI-H1299 4} i H fth 24 g ) , CDDP (1 H§ Sigma
Aldrich 2A#]) .
1.2 Jii:
1.2.1 4uMr2H 6 Tl e 40 B &R 20 oAy 555 5 2H A
X HRA , S0 2H 20 i A [R) 9k B2 1) CDDP Ab 3, Xof
WECZEL 200 it FFLRRL I 6 32 1% DMISO &b 31 ( DMSO i A &
“k CDDP i KMk EE) . CDDP #8100 000 pumol/
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Lk A TR B , DMSO i AR /N4 i 4% 37
WY 171 000, SZEGZLH AS49 W FEh 7,14 .21,
28 .35.42.49 J% 56 umol/L, HI299CDDP  C33A
293FT ¢ i 47 9,18 .27 .36 .45 .54 % 63 pmol/L,
SiHa V¢ Jif 4 8.16.24 32 40 .48 }% 56 pmol/L,
CaSki #¢ i 6,18 .24 .30 36 J%42 pmol/L, 53
%04k 37 °C 5% ) CO, ., CDDP f DMSO ¥t 5
f# 71, CDDP Jim A Bt 200 Jf Ak 1 X6k 50038 1 0, 76 85 37
ML T 1) 7 55 R 29 7E 70% ~90% 2 [A]
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51 ¥ 4 5'-GGGGTCTCCTCCTCATTCTTCAGATTC-
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CACCAC-3', F i 8l ¥ B 5'-CCTGCGGCTGGC
CCACTC-3";CDC25C F i8] ¥ 35 -CTCCTGGA
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Fig. 1 Structure diagram of CDC25 gene
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Fig.2 Changes of alternative splicing isoform of CDC25A mRNA in tumor cells

after treated with different doses of cisplatin
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Fig.3 Changes of alternative splicing isoform of CDC25B mRNA in tumor cells after

treated with different doses of cisplatin
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Fig.4 Changes of alternative splicing isoform of CDC25C mRNA in tumor cells

after treated with different doses of cisplatin
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MR AR, R 220 A2 R i
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